It is now generally accepted that genetic factors are involved to a considerable extent in the pathogenesis of primary open-angle glaucoma (OAG). An increased incidence of the disease has been reported among sibs and offspring of patients with glaucoma (Miller and Paterson, 1962; Leighton, 1968; Jay and Paterson, 1972) . Furthermore, some of the features found in patients with glaucoma have been shown to be heritable, such as the cup/disc ratio (Armaly, 1967a) , the hypersensitivity to topically administered corticosteroids (Armaly, 1967a, b) and the level of the intraocular pressure (Armaly, 1967c) . While the exact mode of transmission in primary OAG has not been fully elucidated, evidence at present suggests a multifactorial mode of inheritance (Armaly, 1965; Jay and Paterson, 1972) .
With the development of tissue typing, and the identification of the various HLA antigens, correlations have been found between some eye diseases and the increase in the frequency of certain HLA antigens in the affected population (Brewerton et al., 1973; Brewerton et al., 1974) .
With evidence that certain features in OAG are genetically determined search for an association between HLA antigens and the disease has been undertaken. The results, however, are rather conflicting. Aviner et al. (1976) found an increased incidence of HLA Bw35 among their 49 patients with OAG, while reported the opposite, the presence of HLA Bw35 apparently providing protection from glaucoma. In another study by the same group primary OAG was found to be associated with an increased incidence both of HLA B7 and of HLA B12 , while Grabner and Mayr (1977) found no correlation between OAG and an increased or decreased frequency of any particular HLA antigen.
In the present study we report on our results of HLA typing in white and black patients with glaucoma and ocular hypertension. Tables 1 and 2 for the white groups and in Tables 3 and 4 for the black groups.
WHITE GROUPS
In the white glaucoma group a decrease of the frequency of A3 and an increase in the frequency of Aw26 was found (see Table 1 ). These values did not reach statistical significance when P was corrected. An increased incidence of the antigens Bw2l and Cw2 were noted in white ocular hypertensives (see Table 2 ). These results, however, are most probably attributable to the small number of patients in this group and were no longer statistically significant when P was corrected. Cw3 showed a decreased frequency and Cw4 an increased frequency in the black glaucoma patients, but again when P was corrected no statistical significance resulted (see Table 3 ). There was no deviation from the normal HLA antigen distribution in the black ocular hypertensives (Table 4) .
Discussion
The results in this series are in accordance with the findings of Grabner and Mayr (1977) , who found no difference in the incidence of any of the 36 HLA antigens tested in their 41 white patients with OAG when compared to 450 controls. Their and our results, however, are in discordance with reports which found associations (positive and negative) between certain HLA antigens and glaucoma. and Shin and Becker (1976) found a highly significant association between the B locus antigens B7 and B12 in both their white and black patients with OAG. The significance increased further when the presence of either 1 of the 2 antigens was considered. In our series these 2 antigens were not found to be present more frequently in patients with OAG, white or black. Becker and Shin (1977) observed also an increased prevalence of HLA A3 in their white but not in their black patients with OAG. This is to be expected, as HLA A3 and HLA B7 occur in a marked positive linkage disequilibrium in the white population but not in the black (Payne et al., 1977; Hammond et al., 1977) . Therefore an increase in the frequency of HLA B7 in the white group would probably be accompanied by a concomitant increase in HLA A3. Far more importance could be attached to an increase in HLA A3 if it should occur in a group of black patients. and Becker and Shin (1977) found that this antigen provides protection from OAG in whites. Our findings confirm the results of Grabner and Mayr (1977) , who were unable to find a relationship between the antigen Bw35 and OAG. The observation of Aviner et al. (1976) should be interpreted with reserve, as they compared a racially mixed group of patients with an exclusively Caucasian control panel.
The decrease in the antigen HLA All in both white and black patients with glaucoma, and hence the assumed protection afforded by this antigen as stated by and Becker and Shin (1977) , was not borne out by our results. In the white patients this can be partly attributed to the difference in the control groups. Our controls were unselected, whereas those of Shin and Becker were preselected corticosteroid nonresponders and had a frequency of HLA All much higher than one would expect from a random white panel (Payne et al., 1977) . In addition the reported low incidence of HLA All in their black patients is in fact the figure one would expect in any normal black population, HLA All being an extremely rare antigen in negroid people (Ward and Biegel, 1976; Hammond et al., 1977; Payne et al., 1977) . The unusually high frequency of HLA All in their black controls was established from the extremely small number of 28 controls.
The only related patients in our series were 2 HLA identical sisters. Their antigen typing was as follows: HLA A2-B12, w22. One of the patients has advanced primary OAG while the sister is an ocular hypertensive followed up untreated for more than 8 years.
